Methods: This study was a retrospective cohort study evaluating clinical data from the medical intensive care unit (ICU) of a 2000-bed university tertiary referral hospital in South Korea from July 2016 to February 2018. We used clinical information and laboratory results of patients before or at applying CRRT to investigate predictors of in-ICU mortality.
45.6) and SOFA score (12.7 vs 9.9) than survivors (n = 120). Median ICU stay for in-ICU non-survivors was 3 days (1.0-12.5), and in-ICU survivors for 5 days (3.0-10.0). Among the various parameters, In-ICU nonsurvivors had higher levels of lactate (10.5 vs 3.9, P < 0.001) and delta neutrophil index (20.1 vs 9.9, P < 0.001). The area under the curve (AUC) of lactate on a receiver operating characteristic curve was 0.822 (95% confidence interval [CI] , 0.762-0.882); the AUCs for the SAPSII score and SOFA score were 0.743 (95% CI, 0.671-0.814) and SOFA 0.729 (95% CI, 0.665-0.804), and increased to when SAPS II score or SOFA score and lactate were combined. When combined SAPS II score with lactate, the AUCs increased to 0.847 (0.792-0.902); for SOFA and lactate, the AUCs increased to 0.842 (0.7860.897) to predict in-ICU mortality.
Conclusion: Adding lactate to severity scores or lactate alone can predict more accurately in-ICU mortality of patients with CRRT. Therefore, before CRRT apply, lactate may be used to enhance CRRT resource efficacy and family communications. Background and Aims: Acute lung injury (ALI) happens when administering supplemental supra-physiologic oxygen concentrations, sepsis, ischemia-reperfusion and etc. ALI leads high mortality and morbidities even under current modern medical treatment.
Alveolar fluid regulation is critical to the development of pulmonary edema in lung injury. Pulmonary ion transporters in the lung epithelium regulate water influx and out and should be important in ALI. Baso-lateral sodium-potassium-chloride co-transporter one (NKCC1) in the lungs mediates a net influx of ions into cells and regulates fluid balance in the lungs. Therefore NKCC1 should be important in lung injury.
Acute hyperglycaemia is known to be an established risk factor for many pathologic processes in lung injury and results in significant exacerbation of lung dysfunction, inflammation, and injury. Hyperglycaemia is shown to stimulate of NKCC expression. However, the relation between hyperglycaemia and NKCC1 in ALI is unknown.
Methods: Animals were divided to control, control with hyperglycaemia, ALI, ALI with hyperglycaemia, ALI+NKCC1 inhibitor, ALI+hypergly-caemia+NKCC1 inhibitor. Acute hyperglycaemia was established via intraperitoneal injection of 20% dextrose.
All of the animals were studied for NKCC1 levels, lung histopathology, lung wet/dry weight ratio (W/D), microvascular permeability (Kf ), proinflammatory cytokines, and NF-κB pathway.
Results: Acute hyperglycaemia resulted in higher expression of NKCC1 and aggravated lung injury with increased microvascular permeability, alveolar protein leakage, lung water, neutrophilic infiltration and pro-inflammation cytokines (IL-1 and TNF-α). Inhibition of NKCC1 resulted to less pulmonary edema and lung inflammation. Methods: We present a case of a middle-aged gentleman who was mechanically ventilated for severe community acquired pneumonia with hypoxic respiratory failure.
Results: Initial mechanical ventilation after intubation, where the patient was lightly sedated with intravenous propofol at Richmond Agitation-Sedation Scale (RASS) 0 to -1 was uneventful for the first 3 h. Thereafter, high peak airway pressures up to 64 mmHg manifested repeatedly. A series of rectification manoeuvres to check that the external circuitry and tubings were not kinked, and thorough physical examination to look for signs suggestive of pneumothorax or increased airway resistance were performed. Empirical administration of bronchodilators and increased sedation were trialed without success. An urgent chest radiog-
